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ISCHEMIC HEART DISEASE; 

RESPONSE TO LEE 

Dear Editor; 

Dr. P. Lee questioned the reasons for a discrepancy 
of cny reporu in 1981 and in 1984 on husbands' 
smoking and ischemic heart disease risk in nonsmok¬ 
ing wives. 


The 1981 report was based on a 14 year follow-up 
(nB400) and the 1984 report was based on a 16 year 
follow-up (n«494) of nonsmoking wives. The rela¬ 
tive risks of ischemic heart' disease when husbands 
were nonsmokers, exsmokers, or daily smokers of 
1-19 cigarettes and 20 or more cigarettes were 1.00, 
1.06, and 1.18 (trend p; 0.061 not significant) in the 
14 year follow-up; and 1.00, 1.10, and'1.31 (trend 
p : 0.019 significant) in the 1984 report. 


T»bU 1. liebtmie betn diiMtc moftility ia waaea by a|e |foup, by oceapatioa, aad by baibaadi' toofciai babii (paiieai bcnaM a 

BOBimoker). 
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Possible reasons would be (1) a longer follow-up 
period'snd more cases is the 1984 report than in the 
1981 report, or (2) husbands’ age and occupation 
were standardised for data in 1981, while data 
reported in 1984 was standardized by age only. 
However, the latter is definitely not the reason 
responsible for the discrepancy, as age-occupation 
sundardized dau in 1984 showed almost similar re¬ 
sults, conesponding relative risks (r.rs) being 1.00; 
1.II,and 1.36 (trend p: 0.009). respectively (Table 1). 
The results were also similar when standhxdized by 
wives’ age. corresponding rjs being 1.00, 1.09, and 
1.34 (trend p : 0.019). Therefore, it should be con¬ 
cluded that the more cigarettes the husbands smoke, 
the higher the ischemic heart disease risk in non¬ 
smoking wives. 

In 1980-1981; r.rs of ischemic hean disease in 
nonsmoking wives were 1.00. 1.29, and 1.87 (trend 
p : 0.041) when husbands were nonsmokers, 
exsmokers/10-19 daily, and 20^ daily respectively. 
One may further consider as the possible reasons for 


this discrepancy the influence of the changing qual¬ 
ity of side-stream smoke coming out of the ignited 
end of cigarettes in recent years due to the inunsive 
chemical manipulation of the producu (e.g., inclu¬ 
sion of tobacco additives) in order to lower ur and 
nicotine, to improve the flavor, etc. Also, the recent 
increase in fat consumption in Japan may interact on 
the risk of ischemic hean disease when exposed to 
passive smoking. 

Takeshi Hirayama 
Institute of Preventive Medicine 
Tokyojapan 
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REBUTTAL TO LEE/KAT2ENSTEIN COMMENTARY 
ON PASSIVE SMOKING RISK 


Dear Eohc^ 

Lee (1989) iiid"%U^nstein (1989), in their com¬ 
mentary on Wells’(19M>fi^r, take issue not only 
with Wells* estimates of the mag!mtude of the morul- 
ity effect of passive smoking smokers, but 

question whether morulity occurs at aH^l^eir argu¬ 
ments are based upon the alleged fngiutys^ the 
epidemiological studies of passive smoking an^NtU- 
ease; the poieotial for misciassification of subject 
disease, or exposure; posaible confounding f^otms; 
and the lower doses of smoke to which not^okers 
are exposed relative to amokera. 

Let us examine these issues one by^ne. Alt non- 
smokers exposed to such tow do^a/of environmental 
tobacco smoke (BTS) that WpHr estimates of 46 000 
nonsmokers* deaths peryev from passive smoking 
are about *46 000 toojifgh*. as Lee isseru? Perhaps 
the most salient poku to be considered: active smok¬ 
ing is a cause of^reihan one out of every six deaths 
in the U.Sy^c every year (USSG 1989), Intentional 
exposure^o tobacco smoke has been judged to cause 
coronaiy heart disease, atherosclerotic peripheral vas- 


cuiar disease, lung and laryxsgnal cancer, oral cancer, 
esophageal cancer, chronic obstructive pulmonary 
disease, chronic broDChitil. intrauterine growth re¬ 
tardation, and low birthweight babies. In addition, 

■ sublished for un- 

infant mortality, 
as cancers of the 
associations have 
ach (USSG 1989). 
lan body remains 
> smoke. To argue, 
diseases of smok- 
tmokers does not 
give us coniiocDcc in uicii ocaucuve abilities. To be 
sure.it is possible that thresholds for effect may exist 
one or more of the diseases of smoking, but 
Lee nor Katzensiein present any evidence 
whaub^er that such low dose thresholds exist, let 
alone thkv^l noosmokera have exposures and sus- 
ceptibtlitieaN^ich place them within an adequate 
margin of ufa)s^low such thresholds. 

Are the eptdem^n|ogical studies of passive smok¬ 
ing and lung cancerH^^y all to be explained by 
misciassification of smo^/a as nonsmokers as Lee 
has proposed? Nonsmokers who repon no passive 
smokirg nevertheless possess levels of nicotine and 
cotinine in body fluids which arc significant frac¬ 
tions of those who report a lot of exposure. For 
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